Chronic lymphocytic gastritis (CLG) is a recently described histopathological entity characterised by the presence of lymphocytes in the surface and foveolar epithelium of the gastric mucosa. Previous accounts'-have paid attention to both the endoscopic and histological features of the condition but the presenting features and clinical correlates of the pathology have not been clearly characterised. In this report we describe a new clinical association which is supported by a second case with similar features of protein loss. This is also the first report of CLG in which lymphocytic infiltration has also been shown in the duodenal mucosa.
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Case 1
The patient, D M, a 34 year old solicitor, presented to his general practitioner with slow recovery from a flu like illness. Although his own symptoms were few his wife volunteered her concern over his lifestyle of frenetic activity, running and cycling over 10 miles per day, eating very little and having lost 7 kg in weight over the previous six months. On examination he was clearly wasted and thin, weight 50 kg with absent body fat, muscle wasting and mild ankle oedema. He was thought to be suffering from anorexia nervosa and was referred for a hospital opinion.
Initial investigations showed that he had a haemoglobin of 11t8 g/dl (NR 12 5-17 5 g/dl), mean cell volume 102 fl (NR 76-100 fl), leucocyte count 3 0x 109/l (NR 4-11x109/l), lymphocyte count 1ix101/l (NR 1-5-4x109/l) and platelet count 205x109/l (NR 150-450x 10"/1)). Erythrocyte sedimentation rate was 58 mm/h. There was no folate, B12 or iron deficiency. Serum (Fig. 3) . Immunostaining showed these lymphocytes to be of CD8, HML-1 pheno-type. (Fig. 4) . These studies therefore show that the patient had a protein losing gastropathy causing hypoproteinaemia in association with CLG. The patient himself continued to have little in the way of symptoms, but with continued hypoproteinaemia causing oedema easily controlled by diuretics. Review of previous cases with unexplained gastrointestinal pathology revealed another patient who appears to fit into the same category.
Case 2
The patient S W a 50 year old woman, presented with a two month history of anorexia and weight loss. At presentation she appeared generally unwell and had moderate ankle oedema. Investigations showed a haemoglobin of 10-6 g/dl (NR 11 5-16-5 g/dl), mean ccll volume 85 fl (NR 76-10() fl), leucocyte count 5 2x109/l (NR 4-11xlO"/l) with lvmphocvtes 15x 1071 (NR 1-5-4xlO"/l). The ervthrocyte sedimentation rate was 2 mm/h. Liver function tests were normal although the serum albumin was low at 26 g/l (NR 3(0-51 g/l) and the total protein also low at 44 g/l (NR 63-83 g/l). Serum IgG and IgM were both low. 
